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1% 5 iR & B (AFP) K-V fe i B R E VI R,
AN BE TN FHe S A ST AR A0S, X LK 3%
Wl PVTI W RE2 —NEER “HEN", 2572
Foft S PR ) A AR R e s[RI A T DA Dy s P i
R W 7R W K T R 2 TR

2 PVTI1 ZEME R S RIEBIHE

21 EEmE

PVTI1 34T Atk 8q24 XIk(E 1),
TE /N BRI R R A 1 [R5 g8 ek X 3 o i - 15 %
F7 5 Jefi i IR — AN LI e A B A7
. (fragile site)“ 1, 7E &bk B K 2 (61 4095 25 ) 1)
Yo s, et sk AW, SEFERY
W e tn R = HE DL R S A S G B A g R AR
(structure variation, SV)F#, JL[A[ 4~ 1% F 2 PVT1
5 ULHOE N, X 0] RS2 FLAE 2 P R s Rk i 5
K2 —. PVTI 2k R e 47 38 5 22 N TV i oBUAk G
4.4 (double minute chromosomes, DM)E{ I %14 %)
Ju£t[X (homogeneously staining region, HSR), #ff7%
UESE PVTL @it 25 DM §74#4. DM/HSR ¥ 35577
I 5T (1 R A 3 LR 10, e (4 & 1k B S o7t m]
TE R — e R & 3 R, 7R R R AR R ek
T BB IR

PVTI1 753 K Ba g 38 iy 1 7] DL S 304 ik v B
Pyl et AR X B R SR DR B, 7 AR B ) Rl 2
B, Hord PVT1 5 AT MYC ¥ R8T B A 2k
Rl R DL Btk 2z A, ZANEFAUESEAE 8 5
Yot PRI s — S BE R AT LS PVTL il &
F B, ) tn PVT1 A1 NDRGI (8q24.3) 7
PVT1-NDRG! & & ¥ % AW, Fl EYA1(8q13.3) %
3 FHMNE TR & kA PVT1-EYAL 5, #
PEHSARL T B EYAL SRE 7Y, TRRA E A,
L CHD7 (8q12)J¥ il & 3 K], 7 8= bR L HEFI G 1
FIXUESEH T, KEK PVTI-CHD7 @l &3 Kl %
LB, R NSMCE2(8q24.13)4h & 7 36l & 1 i
#] RNA PVT1-NSMCE25,

U gLt fA 8q24 [X 35 K7 24 1 7] A 3 4% e a4k
WRA THZ, PVTLIER LLE 50 54 F et
P b ) H A IS R OB Al G S K. a0 PVTL 4k
BF 1825 AKT3 (1q44)H) 2 5 A8 7 Rl & 7 1
A A PVTI-AKT3 J5, 4 KT N i)
BN AKT3 & A, H PH A EE, T
EAMINAEES; PVTI 1 548 F 5 SUPT3H
(6p2)1 3 SAHNE T RAEW A, HAGH K&

F[H PVT1-SUPT3H, #i% 1) SUPT3H & A N i
WP RARRL T 17 ANEEERSY; Kim H P S5 I
PVT1 5 4 AN R R 72 AR 1 AN R B & 3 5%
PVTI-ATE1(10926.13). PVT1-PPAPDCIA(10926.12).
PVTI-PDHX (11p13) Al PVTI-APIP (11pl3);
Nagoshi H 25 &% B, PVTI 4hE T 1 5 16923 1
WWOX 4 & 7 9 fl & ¢ Bl PVTI-WWOX; 5
13q13 ) NBEA #4113 @l & % il PVT1-NBEA.
PVTI & @ S il & 56, RE R ER
8q24 7 K E R 281 B-cell R T PVT1 KA HE
HEPLRE m, W70 R B £(8;22) I 9K i8 K B 41 il
L8 (DLBCL) 1 PVT1 5 40 9% Bk 25 11 56 4 52 [A]
IGL (22q1 D)EEH HEHE, A t(2;8)8k t(8;22) # A B
SRRk R R PVTL 43 ) 5 e Bk 1 1Gy B
BHFE, SEEARYEAS. PVTL £ &M
iR o R B R SR B TR 1 .

Table 1 The fusion gene of PVT1 in malignancy
F1 BEMED PVTI FEMRESERE

iRl RE RS RRME S HEE S5 S0k
SRR AR 40 A 8q24/8q24.13  PVT-NSMCE2 [50]
A L5
RELT 1 2 20 B 8q24/6p21 PVT1-SUPT3H [56]
B S AR A0 e g
4 E e 8q24/8q24.21 PVT1-MYC [49]
/N L i 8q24/8q13.3 PVTI- EYALI [51]
8q24/1q44 PVT1-AKT3 [55]
8q24/8q12 PVTI-CHD7  [52-53]
i 8q24/10q26.13  PVTI-ATEI [48]
8q24/10q26.12 PVT1-PPAPDCIA
8q24/11p13 PVTI1-APIP
8q24/11p13 PVT1-PDHX
i BR 2 8 8q24/8q24.21 PVTI-MYC [43]
8q24/8q24.3  PVTI-NDRGI
W ELE
DLBCL 8q24/22q11 PVTI1-IGL [28]
BL t(2, 8)or t(8,22) PVTI-IGyorIGk  [28]
E Lo git 8q24/13q13 PVT1-NBEA [57]
8q24/16q23 PVT1-WWoX

22 PVT1 5 MYC HHEERA#OEAE LR
PVT1 JT{E () Y ik 8q24 IX 48 — AN R v
XK, BRI PVTI B FifF 2 MBS VE H A — A
H AR, Ao E A R MYC, H
A ¥R FE 40 9 RNA. A BT f &0 MYC 4 15 1)
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Fig. 1 Location and interaction of PVT1 and MYC
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FIF2RIE, A% miR-1204 RIFIE, 2t iR g
MO IG5, AE R AL, PVTL b2 p53 K4

PVT1
(@) \/ ©) l
TGF-p PVTI PVTI
i EZH2 .
- = 4 miR-
S .{\" 1
I [ 200b
SMAD3 H3K27me3
& BT
SMAD4 l
_[ \_ et
NPT F2

& -
L

R T

FN, Hr miR-1204 A E %2 p53 K%, PVTI
LK pS3 S A AL S AL T PVT #3520 2 R il
K#)1200bp, miR-1204 ZX3F 541 L7 172 bp, Ak
T PVT1 4b T 1A 1 1B 28], fFEEEERT,
XA A5 AN pS3 M E A, i T
miR-1204 (B HI 40 fa3g 5E, Rt KiE
s fE . PVTL 76 B % s g 8 4% miR-152 Lk
i CD151 A1 FGF2 BIZRIA (R 3t e 4 Mo 3 5 ;- 78/
B4 M gR oo i 5 miR-152 #4] PTCHI (1%
kR 3E R A R B AE Y FE A e ol R 4R
miR-203 ] LASP1 [ IA (L 40 M B 7E ™ 1E
B PR P i I 4% miR-195 i BCL2. CCNDI
A FASN [P (2 i 4 f 3 75 7. PVT1 7] PA
i BB % Hofth miRNAs RIEMER . filtn PVTI
A% EZH2 #| miR-200b 1) )8 3 7 L, @i 38 n
miR-200b J& 3 F I 4 & 1 H3K27me3 [ /K F,
I miR-200b F 21 {2 i3k fit Je3 40 B 1 184 4 2 T %
(B 2)%. PVTI it /& miR-1207-5p I 75 3= 3k A,
miR-1207-5p [ L] LA R il STAT6 IR IA,
sZ0 JE 182 1 CDKN1A #1 CDKN1B 1/ 1298 4t g 3
szUS]'

© l \ @
PVTI
EZH2 ?(; RIS 3
CH3

O I,

| -

YR T

EZH2 )(

[SETESENNESET TN |

MRP
mTOR

HIF-1a

|

Y 1 5E

Fig. 2 Mechanisms of PVT1 in carcinogenesis of carcinoma
2 PVT1 EMEEE ZRPEERLG
(a) PVT1 % TGF-B {5 5@ BN HE 40 R 1. (b) PVT1 Ji#% microRNA [ A2 38 A ARG FEIE RS . (c) PVT1 45 $E 3 [R5 55 R0 5 1 $011)

TRAMMLI TS, (d) PVT U845 J 391 8 13 PP 2 (0 (gt 78 44 49 3.

PVT1 it fg 38 i 1 55 miRNA & 15 6 40 fi )
P, WFFE A PVTI i 4% miR-1207-5p (IR

4 25 e 2 B T RS T A S5 T B g
JT 3 WAE 5 Nop2 AI{E N RNA 455 &HE A5 PVTI



2017; 44 (11)

fIZE, %: PVT1 FETMMERE R RPHIER RILE

*985-

A%, PVTI 8 34 5% Nop2 & A #Fa e vk i
Nop2, FRA3 T2 BRAE R TR 75 41 o) RER7.
3.2 HMBEANEH

PVT1 0] DAST R F 0 I 22 A1 1) 1 428 4 FH 07
PVT1 R4 TGF- 15 5 18 ¥ SMAD4 & H &KX,
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The Role and Mechanism of PVT1 in Promoting Human Cancer Progression’
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Abstract In recent years, long non-coding RNA is found to play an important role in the regulation of cell
growth, differentiation and other biological functions, and is closely related to the occurrence and development of
cancer. The long non-coding RNA gene, PVTI, located in the fragile chromosome 8q24 region has been widely
concerned. LncRNA PVTI is highly expresses in many types of cancer, and act as potential oncogene. It is
commonly to form new fusion gene by chromosome break, and translocation, and regulation of tumor cell function;
it also interact with MYC and participate in tumor cell proliferation, apoptosis by multiple pathways. However, the
specific molecular mechanisms that occur in the development of cancer still need further research. In this paper, we

summarized the features, functions and roles of PVT1 in human cancer.
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